Treatment.-Phenindione discontinued. 20 mg of vitamin K1 was given immediately intravenously, followed by a slow 2-pint blood transfusion. Subsequently the blood pressure was maintained between 90 and 100 systolic by intramuscular and intravenous metaraminol.
Progress.-30.1.60: Hemoglobin 77 %. During the early part of the following week the patient's condition was critical. The urinary output on 30.1.60 was 6 oz; although this rose subsequently the blood urea on 2.2.60 had reached 300 mg%.
2.2.60: Chest X-ray (Fig. 3 ) showed a great increase in heart size with a shape suggestive of pericardial fluid. At this time, although the apex beat was readily palpated, percussion showed dullness immediately lateral to it. As the patient was by now improving, it was not thought advisable to attempt to aspirate the effusion. From this time the patient made an uninterrupted recovery. The jugular venous pressure gradually fell to normal and the cardiac outline returned almost to its original size. The blood urea fell by 11.2.60 to 55 mg %. Thirteen weeks after admission the patient was discharged to continue his convalescence at home.
Comment.-There seems little doubt that this patient had a h2emopericardium, although in the absence of paracentesis there is no absolute proof. Izzo et al. (1953) described 3 cases of hemopericardium associated with anticoagulant treatment of cardiac infarction and gave details of a further 7 cases from the literature. Peyman (1958) mentions one presumed haemopericardium occurring in similar circumstances, and Rose et al. (1953) describe successful pericardiotomy in such a patient. Of 3 cases with cardiac infarction and hkemopericardium described by Anderson et al. (1952) 1 was on anticoagulants, but it is interesting that the other 2, 1 of which was confirmed by post-mortem, were at no time on anticoagulants. Omitting the last 2, 9 out of 13 cases were fatal. In none of them was myocardial rupture found at post-mortem. Aaseth and Lange (1958) reviewed 1,229 post-mortems in fatal myocardial infarcts and collected 89 with haemopericardium, comprising 81 with myocardial rupture, 3 with rupture of the aorta, and 5 for which there was no demonstrable cause.
All the latter had been treated by anticoagulants. Fatal hemopericardium is also described as occurring during anticoagulant treatment of acute non-specific pericarditis (McCord and Taguchi, 1951) and dissecting aneurysm of the aorta (Brumfitt and Rankin, 1954) . In both cases cardiac infarction had been incorrectly diagnosed. The unequivocal'electrocardiographic findings rule out these possibilities in the case reported here. In retrospect, the presence at the onset of chest pain worsened by respiration suggests that pericarditis was more extensive than was indicated by the transient rub. With such a history, even in the absence of other evidence of pericarditis, caution in the use of anticoagulants is advisable. -12.11 .59: L. C., a girl aged 16 months, swallowed thirty of her mother's sugarcoated ferrous sulphate tablets. She received an emetic within ten minutes and a stomach washout within one hour before she was transferred to the care of Dr. S. Yudkin at the Whittington Hospital. Four hours after swallowing the tablets she became shocked and vomited blood-stained fluid; the vomiting continued for four days and necessitated intravenous therapy. Her condition then slowly improved and she was taking a normal diet when she was discharged home after sixteen days.
Four weeks later, six weeks after the initial poisoning, she was readmitted in a state of moderate dehydration caused by vomiting of increasing severity for the previous two weeks; the vomiting sometimes appeared to be selfinduced by stimulation of the pharynx with her fingers. A barium meal (Fig. 1) showed a long stricture of the distal part of the body of the stomach and the proximal part of the pyloric canal; a little barium outlined a normal distal pyloric canal and a normal duodenal cap. The cesophagus was grossly distended and was obviously the cause of the self-induced vomiting.
Operation (31.12.59) was performed after re-hydration for two days. There were four main findings; (1) A gastric stricture, about 5 cm long, as revealed by the barium meal. It would just admit a small probe.
(2) Dense perigastric adhesions; the stomach was stuck to the left lobe of the liver and the lesser sac was partially obliterated.
(3) Thickening and rigidity of the walls of the stomach; the incised wall measured 0 75 cm. This rigidity explained the failure of gastric distension and the gross cesophageal distension. (4) Extensive ulceration of the gastric mucosa proximal to the stricture, maximal in the region of the greater curvature and extending widely over the body of the stomach. A wide, high, anterior gastrojejunostomy was performed. The post-operative course was complicated by prolonged paralytic ileus and a ruptured abdominal wound. However, she eventually made a good recovery and was discharged home after six weeks. A post-operative barium meal showed a good functioning stoma and a diminution of the cesophageal dilation. After three months her general condition remained good.
Comment.-8 previous cases have been reported in British journals (Crosskey, 1952;  
